The imaging findings vary with the degree of dysgenesis. The absence of the splenium results in colpocephaly, dilatation of the occipital horns of the lateral ventricles. Complete agenesis demonstrates colpocephaly as well as a high-riding, enlarged third ventricle ( Figure 1, A and B ). Medial impingement of lateral ventricles by the Probst bundles and eversion of the cingulate gyrus can also be seen. Various associated congenital and molecular abnormalities are often present with agenesis of the corpus callosum, such as heterotopias, agyria, Dandy-Walker, Chiari malformations; trisomies; Aicardi syndrome; and many others [1, 2] .
Other midline abnormalities associated with agenesis include interhemispheric subarachnoid cysts and pericallosal lipomas ( Figure 2 ). Lipomas associated with dysgenesis are often rounded or cylindrical in shape and measure more than 2 cm in size, and are found anteriorly in the longitudinal fissure. It is thought that lipomas in this location may be a causative factor with regard to dysgenesis of the corpus callosum. Midline lipomas, which are found posteriorly, are usually small (<1 cm) and curvilinear in shape, and are rarely associated with other congenital lesions [3] .
Neoplastic Lesions
The ability to recognize that a neoplastic lesion is involving the corpus callosum and crossing the midline is important, because it greatly limits the differential diagnosis. Although metastatic disease can produce this finding, metastasis to the corpus callosum is relatively rare.
Glioblastoma multiforme and lymphoma are the major neoplastic considerations. Glioblastoma multiforme is the most common and aggressive of the adult astrocytomas and accounts for 50%-60% of astrocytic tumours and 15% of intracranial neoplasms. These tumours often demonstrate central necrosis, marked mass effect, and surrounding oedema, belying their aggressive nature ( Figure 3 , A-C) [4] . Glioblastoma multiforme frequently crosses the midline via the corpus callosum, anterior commissure, or posterior commissure.
A primary central nervous system (CNS) lymphoma is rare except in patients with comorbid disease, specifically immunocompromising conditions such as AIDS. CNS lymphoma complicates the course of 6% of patients with AIDS. The lesions of lymphoma in this setting have a predilection for the deep grey matter nuclei or the periventricular white matter [4] . A spread across the corpus callosum is also suggestive of the diagnosis (Figure 4 ). Primary CNS lymphoma is often hyperdense on noncontrast CT and demonstrates variable but typically avid enhancement with the use of contrast media. CNS lymphoma secondary to a primary intra-abdominal or intrathoracic source is not uncommon and can involve the corpus callosum ( Figure 5 ).
Traumatic Lesions
Diffuse axonal injury (DAI) occurs as a result of angular acceleration-deceleration that disrupts axons and/or adjacent capillaries. The most common causative incident is a motor vehicle accident. DAI produces a spectrum of findings related to the severity of the intracranial injury. The mildest form of DAI demonstrates changes at the grey-white junction of the frontal and temporal lobes only. The most severe form is typified by injury at the aforementioned locations as well as to the rostral portion of the brainstem and to the corpus callosum. The injury to the corpus callosum most commonly occurs in the region of the splenium. Although the lesions related to DAI are often not visible on CT, they are readily seen with MR imaging [5] . Acutely, T2/ fluid attenuated inversion recovery (FLAIR) images demonstrate ovoid high-intensity lesions. In hemorrhagic DAI lesions, gradient sequences demonstrate low-signal intensity with susceptibility artifact due to hemosiderin deposition ( Figure 6 , A and B) [6] .
Iatrogenic Lesions
Radiation injury can affect the corpus callosum ( Figure 7 , A and B). The sequelae of radiation injury are divided into early (within weeks), early delayed (<3 months after therapy), and late delayed (>3 months after treatment). The early response to radiation is usually transient, occurs during the course of radiation therapy, and is manifested radiologically as high T2 signal intensity in white matter structures. The early delayed response is also generally transient, again appearing as white matter oedema confined to the radiation port. Late delayed changes occur with focal or diffuse white matter high T2 signal, with associated atrophy [7] . The symptoms associated with late delayed radiation damage do not subside.
Demyelinating Lesions
Multiple sclerosis (MS) is an inflammatory demyelinating disorder that affects more than 2 million people worldwide. MS lesions have a predilection for the periventricular regions, the subcortical areas, optic nerves, visual pathways, posterior fossa, and the corpus callosum ( Figure 8, A and B) . Lesions at the callosal-septal interface are highly associated with MS. Typical lesions are low to isointense on T1-weighted MR images and hyperintense on T2-weighted images. Enhancement with gadolinium is considered evidence of active disease. Tumefactive MS results in large lesions with associated mass effect and oedema, with often incomplete enhancement that can only be seen at a part of the periphery of the abnormality. Differentiating a lesion related to tumefactive MS from a primary CNS neoplasm can be difficult in the absence of an appropriate history [8] . Diffusion-weighted imaging and spectroscopy can often be helpful.
Marchiafava-Bignami is the eponym given to a demyelinating disorder of the corpus callosum seen primarily in patients with alcoholism. Acute and chronic forms have been described. The acute form presents with severe neurologic symptoms and coma, and is often fatal. The genu and splenium are more involved in this form and often demonstrate swelling, with diffuse low T1 and high T2 signal. The chronic form presents with progressive dementia. The body of the corpus callosum is more severely affected, with evidence of atrophy and a cavitary appearance to its central portion [9] .
Vascular Lesions
The corpus callosum receives a rich vascular supply from both the anterior circulation (in the form of the pericallosal artery from the anterior cerebral artery and of the subcallosal or median callosal artery from the anterior communicating artery) and posterior circulation (via the posterior pericallosal artery). Due to this dual vascular supply, infarction of the corpus callosum is a rare event, and ischemic lesions of the corpus callosum can be confused with neoplastic etiologies in the absence of a history and complete imaging [6, 10] . The splenium is the most common site of infarction, followed by the body and genu (Figure 9 , A-C) [11] . Infarctions of the corpus callosum are usually associated with infarctions of neighbouring structures. A rare source of corpus callosum infarction would be that of a fat embolism secondary to trauma ( Figure 10 , A-C). Imaging features are typical of infarction elsewhere in the brain, with gradually increasing low density on noncontrast CT, T2/FLAIR high signal, and evidence of restricted diffusion early in the disease course [6] .
Miscellaneous
Etiologies that less typically affect the corpus callosum but which certainly can involve this structure, given their multifocal nature, include acute disseminated encephalomyelitis ( Figure 11 ) and progressive multifocal leukoencephalopathy ( Figure 12A, B) . The former is considered an allergic and/or autoimmune-mediated monophasic demyelinating disease with antecedent viral infection, vaccination, or respiratory infection. The lesions demonstrate high signal on T2-weighted imaging (WI) and may enhance in a ring pattern. The latter usually occurs in immunosuppressed hosts and is secondary to a John Cunningham (JC) virus infection. White matter hypoattenuating lesions are seen on CTs, often without much enhancement, with MR correlates that demonstrate low and high signal on T1WI and T2WI, respectively, also without much enhancement.
Conclusion
An appreciation of lesions that involve the corpus callosum is important for any radiologist involved in the interpretation of CNS imaging. The differential diagnosis of corpus callosum lesions is relatively limited, and, through using CT and MR imaging techniques, a specific diagnosis can often be made. 
